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[Abstract] MicroRNA is small non—coding RNA that participates in physiological and pathological reactions in human body.

Non-alcoholic fatty liver disease (NAFLD) refers to the clinical pathological syndrome mainly characterized by diffuse bulbous

steatosis of hepatocytes. Recently, it has been reported that microRNA plays a certain role in liver inflammation, fibrosis and sclerosis,
especially in the development of NAFLD. It has attracted considerable attention in the aspects of microRNA expression characteristics,

pathogenesis, significance in clinical diagnosis and treatment of NAFLD. Therefore, this article reviews those recent advances.
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%1 NAFLD H13RiZEREH miRNA
Table 1 Abnormal expression of miRNA in NAFLD

miRNA FE i RR WFFCSEIRAL / %) FRALIR IR AL R A B AR E2BUN
miRNA-9 NN 53/52 [ Onecut2; SIRT1 5
miRNA-15b PNIIRE - i 6
miRNA-16 PNIiIRE - i 7
miRNA-17 NI 15/15 T 8
miRNA-19 NN - [S§/] 9
miRNA-21 PNGIEZERT IR - ! PPAR«; TGFp; PTEN 10
miRNA-21 PN R E N - T HMGCR; FABP7 11
miRNA-27b PNIIIv 20/20 i 12
miRNA-30b NIFHZT - M ITGAX; FABP4 13
miRNA-30c NN 80/80 i 14
miRNA-31 NIFHL 15/15 T 8
miRNA-33a NIFHZA 84/- i ABCA1; ABCA2 15
miRNA-33a AN - A 11
miRNA-34a PN RZ RN (1R - L SIRT1; HNF4a; PPARa 11
miRNA-99a PNIiIRE 20/20 T 16
miRNA-103 NIFLHEURN L3 - A Cavl 17
miRNA-103a NI 15/15 S| 18
miRNA-106b NN 15/15 i 18
miRNA-107 NI - i Cavl 17
miRNA-122 NN - S 19
miRNA-122 NI - A ACC2; HAMP; FAS; HMGCR; SREBPIc; 19
SREBP2; HIF 1a; Vimentin; MAP3K3

miRNA-125b NN - LM 9
miRNA-139-5p NIFHE - T TNF-a 13
miRNA-144 UN;IREN 84/- i ABCAL1 15
miRNA-146b NN - Tl IRAKI1; TRAF6 20
miRNA-146b NiiEEA 10/10 i 21
miRNA-150 UNIIEEE 15/15 i 8
miRNA-155 NIFHZIRNM G - T LXRa 22
miRNA-181d NI(b 20/20 T 16
miRNA-182 NIFEHEL 15/15 i FOXO03 8
miRNA-183 UNIIEEE 15/15 i

miRNA-192 NIFHLR - TiM

miRNA-192-5p A FFALZLAIL - T 9
miRNA-197 PNIIR 20/20 T 16
miRNA-199 NHFEHLR - A Cavl; PPARa 23
miRNA-200a/b/c PINER OB 15/15 | ZEB1; CDHI; EZH2; IRP1 8,21
miRNA-214 PN - T 24
miRNA-219a NP 15/15 T 8
miRNA-221 PNiiREE 28/18 T 25
miRNA-223 NN - LM IRP1 26
miRNA-224 NI 15/15 LM 8
miRNA-331 LT 80/80 i 14
miRNA-375 NN - T 9
miRNA-378i N 15/15 T 8
miRNA-422a NIFg 4 - T 13
miRNA-451 PNk - A 27
miRNA-451 NN 9/8 i AMPK/AKT 28
miRNA-576 N 15/15 Tl RACI 18
miRNA-590 NIFREL 15/15 T 8
miRNA-892a UNIEA kS 15/15 i 18
miRNA-1290 PN 20/20 iR 12
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52 miRNA xt T AN ATEAEMENE &k
T My KR H, miRNA 5% 85 2 | & % 7 M

EREYHIAE, HKANERZH “RBEK” . 6l b,
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[Abstract] Pegylated interferon alpha—-2a or alpha—-2b combined with ribavirin is the standard regimen for the treatment of
children with chronic hepatitis C. This regimen is first applied to adults, and the effective rate to HCV is about 50%, the effective rate

to HCV in children is only 70%. In recent years, many direct—acting antiviral agents (DAAs) directly targeting HCV genes have been
developed and made great progress in treatment of HCV. The application of DAAs in the treatment of HCV among children is mostly
at the stage of clinical trials. This article reviews the research progress of DAAs in children with chronic hepatitis C in order to provide

reference for clinical treatment of children with HCV.
[Key words] chronic hepatitis C; children; DAAs
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